Objectives-To review the clinical features, electronystagmography findings, the possible mechanism, and a possible therapeutic approach to benign paroxysmal positional vertigo (BPPV). 
the horizontal canal type have been reviewed. It is characterised by horizontal nystagmus and an intense vertigo, provoked by rotation of the head in a supine patient. The horizontal nystagmus beats towards the ground on both sides, becomes more pronounced when lying on the pathological side, and then the nystagmus often changes direction. Results-Forty eight patients underwent electronystagmography. On the pathological side, the first phase nystagmus had a mean latency of three seconds and a mean duration of 31-6 seconds. Nystagmus inversion occurred in 36 patients after a nystagmus free interval. The mean second phase nystagmus duration lasted seconds. On the healthy side, the nystagmus had a mean latency of 3-4 seconds and a mean duration of 39 Thirty eight patients experienced only a single episode of horizontal canal BPPV with a symptom duration varying from less than one month to one year. However, 25 patients had multiple episodes of vertigo with a total duration varying from one month to several years ( fig 1) . Silent periods existed between the episodes.
On ENG recordings (fig 2) , latency varied on both sides between one and eight seconds. The first phase nystagmus duration at the pathological side varied between 14 and 71 seconds. Nystagmus inversion was seen on the pathological side in 36 patients and it never occurred on the healthy side. The duration of a nystagmus free interval varied between 3 and 22 seconds. The inverse second phase nystagmus lasted between 5 and 62 seconds. The duration of the nystagmus at the healthy side lasted between 13 and 97 seconds. Recording confirmed fatigue in six patients.
Two patients with a pure horizontal canal BPPV were treated with the liberatory manoeuvre. The vertigo was present for one week in one and for one month in the other patient. Both still had severe vertiginous complaints on the day the manoeuvre was performed. The next day the vertigo and nystagmus could no longer be provoked. Three patients had a combined posterior and horizontal canal BPPV. The vertigo was present between two weeks and two months. In all three patients the horizontal canal component was treated first. When the patient was re-evaluated three days later, the horizontal canal component had disappeared. The posterior canal was treated successfully with one Semont manoeuvre in each case.'2 These five patients had no recurrences in the follow up period of more than one year.
Finally, one patient had bilateral posterior canal involvement and right horizontal canal involvement. We performed the manoeuvre for the right side. Three days later the left side had the typical signs of horizontal canal 
Discussion
Horizontal canal BPPV is more frequent than previously mentioned,8 10 as it comprised 22% of all our patients with BPPV. The occurrence of horizontal canal BPPV is more or less equally divided between men and women. The mean age of 58-1 years for the first episode indicates that patients over 40 are more prone to develop the disease, which is compatible with the proposed theory of utricular degeneration.'3 14 Most cases are idiopathic, followed by those of traumatic origin. The distribution of the aetiological factors is the same as in posterior canal BPPV,3 1 suggesting a similar pathophysiological mechanism. None of the patients showed clinical or ENG signs of CNS pathology.
The canalolithiasis theory explains the features of posterior canal BPPV.'6 18 The degenerative debris are free floating in the endolymph and not adherent to the cupula (cupulolithiasis). 3 14 The particles of debris, detached from the otoconial layer by degeneration or head trauma, gravitate into the posterior canal, where they form a plug floating in its ampullofugal branch.'7 18 In the provoking head-hanging Dix-Hallpike position the endolymph pulls on the cupula, because the free floating otoconia fall under the influence of gravity. 16 Nystagmus latency, usually between five and 15 seconds, is explained by inertia of the clot.9 The cupula deflection ends when the clot reaches its lowest position and accounts for the limited duration of the nystagmus. ' 
